The syndrome described by Zollinger Zollinger-Ellison syndrome in a child: medical treatment with cimetidine 227 duodenum, while endoscopy showed inflammation of the lower oesophagus and focal duodenal ulceration with extensive acute inflammation.
Duodenal obstruction necessitated laparotomy, at which was found an oedematous mass affecting the head of the pancreas and the second part of the duodenum. A white tumour, 4 cm diameter, in the right lobe of the liver was biopsied. Gastrojejunostomy was performed.
Histological examination of biopsies of stomach, duodenum, and jejunum showed mucosal oedema and acute inflammation of the superficial lamina propria throughout. Acute ulceration was present in the oesophagus, while the gastric antrum showed pronounced hyperplasia of the parietal cells. The liver biopsy contained a tumour, composed of ribbons of cells, which had the appearance of an islet cell tumour (Fig. 1 ). This was confirmed by EM examination which showed that most tumour cells contained large numbers of cytoplasmic vesicles, 300-350 nm diameter, with greyish, finely granular contents (Fig. 2 ). A few cells had denselycored vesicles, 55 nm diameter, similar to the granules found in the a-cells of the islets of Langerhans.
Postoperatively, up to 6 litres of gastric fluid a day were produced and further gastrointestinal haemorrhage necessitated a second laparotomy to under-run an anastomotic ulcer.
Investigations showed faecal fat 86 mmol/24 h (24 -4 g/24 h) (normal < 18 mmol/24 h; 5 1 g/24 h), fasting serum gastrin 798 ng/l (normal <105 ng/l), and plasma pancreatic polypeptide 240 pmol/l (normal < 100 pmol/l). Levels of gastric acid were high despite the previous gastrojejunostomy. The following were normal: serum calcium 2-18 mmol/l (8-7 mg/100 ml), plasma glucagon 5 pmol/l, serum vasoactive intestinal polypeptide <5 pmol/l, Fig. 2 
